Desquamative interstitial pneumonia (DIP) was described by Liebow et al' as an idiopathic form of interstitial pneumonitis characterised by intraalveolar collections of cells. These cells were originally believed to be desquamated alveolar epithelial cells but were subsequently recognised as large reactive alveolar macrophages." The name desquamative has nevertheless been retained to categorise this interstitial pneumonitis because this
treatment, and longer survival. ' No single specific aetiology has been determined for DIP.
The case presented here provides evidence that inhalation of mineral dust, including high concentrations of asbestos fibre, may produce the tissue reaction patterns of DIP as well as the more characteristic interstitial pulmonary fibrosis. This represents, to our knowledge, the first reported case of DIP in which the presence of asbestos fibre has been confirmed by tissue study. The analysis showed that although over 90% of the 820 million fibres/g of wet lung tissue were 3 ,um or less in length, sufficient numbers of fibres greater than 5 ,um in length were present, which could also account for the tissue response. These unusual findings prompted our detailed study and reporting of the apparent relations among asbestos fibre, DIP, and interstitial fibrosis.
Case report
The patient was employed in drywall construction for 32 years when he was exposed to components of each case, many sections showed haemosiderin laden macrophages along with "desquamated cells" densely packing alveolar spaces; in some sections they were more loosely packed. These were found in association with foreign body giant cells containing asbestos bodies. There were also areas showing a usual interstitial pneumonia (UIP)-like histology with hyaline membranes. Webster'5 reported "desquamative alveolitis" in a miner with asbestos bodies, but the photograph and description suggest UIP, as there was significant interstitial fibrosis as well as partial organisation of alveolar spaces, which contained a few macrophages and (intra-alveolar) asbestos bodies. Thus it seems that only one case of classical DIP associated with exposure to asbestos has been reported in man. 2 Other cases show a mixed histological pattern of DIP and UIP and some show a predominantly UIP. These reported associations are weakened, however, by the omission of lung tissue analysis to determine mineral dust and asbestos fibre burden.
Animal experiments have occasionally supported an association between DIP and exposure to asbestos. Davis,'6 before Liebow's initial description of DIP,' reported DIP-like histological findings in rats and guinea pigs inhaling chrysotile asbestos fibres. Although the usual reaction was a fibrosing UIP throughout the lung, in some animals-more frequently in guinea pigs than in rats-portions of lung tissue were completely consolidated, filled with macrophages, lymphocytes, and plasmacytes. In guinea pigs no resolution of the pneumonic process occurred for the five months after stopping inhalation of dust. This did not, however, progress to interstitial fibrosis. In this study, the asbestos fibres were clustered with most fibres being 3-4 pm long. Lemaire et al administered short chrysotile asbestos fibres intratracheally to rats, producing an intraalveolar accumulation of mononuclear cells in small clusters, obliterating alveolar lumina. '7 Focal septal thickening with a mononuclear cell infiltrate also occurred. Even after two months of exposure, the alveolitis persisted without producing fibrosis.
The fibrogenic potential of short chrysotile asbestos fibres is not entirely settled. In man, Nakamura'8 reported that asbestos fibres of unspecified type and shorter than 1 pm produced asbestosis in 21 % of workers after 5-10 years of exposure and in 100% after 20 years. Bossard et al reported asbestosis in two of four workers exposed to short chrysotile fibres (90% less than 2 pm in length). '9 Exposure to short asbestos fibres in animals is reported to produce fibrosis inconsistently. 
